A prolonged clotting time is rare in women. Nine cases have been reported, and from Table I , which summarizes these and the present case, it will be seen that all except one occurred within a few months of childbirth. In all, the clinical story was surprisingly similar: all had deep ecchymoses, and most had epistaxis, haematuria, and often effusions into joints and melaena. One patient died of suffocation from haemorrhage into the tongue; some have continued unchanged for a number of years; some have slowly recovered, while the present patient recovered in a few months.
Laboratory investigation showed in all a normal bleeding time (except possibly in the present case), a normal platelet count, and a normal tourniquet test except in Madison and Quick's case (1945) . The prothrombin time was normal in all cases in which it was performed. The Lee and White coagulation time was long in every case, and varied from half to two hours. In five there was evidence that an inhibitor was present which seemed to act either on the formation of thromboplastin or specifically against the antihaemophilic globulin. In two others there was fragmentary evidence to suggest that the patient's plasma and that from a haemophiliac were not mutually correcting. The present case falls into this group also.
The rarity of these cases, and the interest of the investigation of each case in relation to the then accepted theory of blood coagulation, seem to justify reporting the investigation of a further example of this mixed group, even though the patient's recovery prevented the fullest investigation.
Case History A married woman, aged 35, had had no relevant illness and gave a history with no haemorrhagic incidents until three months after the birth of her first baby. For the next three months she had a series of large, subcutaneous, spontaneous bruises and an attack of heavy, painless haematuria. These symptoms slowly cleared up and she has remained well for one year up to the present.
The routine investigations are presented in Table   II .
The bleeding time was considerably longer than the average normal figure in women, but occasionally The evidence in Table II indicates that the defect is due to the inadequate conversion of prothrombin to thrombin. A normal amount of prothrombin seems to be present and it is able to function normally as indicated by the normal one-stage prothrombin time, but the intrinsic thromboplastin is inefficient. The factors thought to be necessary for the formation of thromboplastin are platelets, factor V, antihaemophilic globulin, factor VII (Koller, Loeliger, and Duckert, 1951) , the Christmas factor (Biggs et al., 1952 ; Biggs, Douglas, and Macfarlane, 1953) Mersky (Mersky, 1950) . All experiments were carried out with the reacting tubes and solutions in a water-bath at 37°C.
Results
The rate of formation of thrombin in recalcified plasma was watched by transferring sub-samples from the reacting tube into fibrinogen solution. The first appearance of thrombin was delayed until 11 minutes; it never reached normal concentration, and its disappearance was also delayed; on occasion some was still present at the end of an hour. The range of sensitivity of the patient's plasma to variations in the calcium concentration was normal, as was its sensitivity to added thrombin.
The Absence of Inhibitors.-The addition of one volume of the patient's plasma to one volume of normal plasma caused no increase in the recalcification clotting time when compared with that of normal plasma diluted with one volume of saline. Tocantins, Carroll, and Holburn (1951) have shown that by diluting normal plasma with saline the recalcification time is first shortened, and in some patients the presence of an inhibitor may be exposed. The behaviour of this patient's plasma in such an experiment was comparable with that of normal plasma. The sensitivity of the patient's plasma to added thromboplastin, both brain and Russell viper venom, was compared with that of normal plasma. The plasma clotting time was shortened by high dilutions of thromboplastin, suggesting again that no inhibitor was present. The shortening was, however, not quite as great as that of normal plasma, but was of the same order as that found in haemophilic plasmas (Biggs and Macfarlane, 1951) .
Activity of the Patient's Platelets.-Platelet suspensions from the patient were added, undiluted and in dilution, to high-spun plasma, and the accelerating effect on the coagulation time of these additions was compared with the coagulation time of the recalcified plasma alone. A normal platelet suspension prepared in parallel was used as a control. The acceleration effect on high-spun plasma from both the patient and a normal person was investigated at the same time.
From the results reported in Table III it will be seen that the suspensions of the patient's platelets are nearly, but not quite, as efficient as the normal control in accelerating the clotting of normal plasma, even when the suspension is considerably diluted. In contrast, the patient's platelets are considerably less efficient than the normal platelets in accelerating the clotting of her own high-spun plasma. It will have been observed that the platelet suspensions were not washed. Contamination with plasma might have explained this dis- Time in minutes and seconds. To 0-2 ml. of the plasma, 0-2 ml. of the platelet dilution was added, and finilly 0-2 ml. of M40 CaCI2; 0-2 ml. of normal saline was added in place of the platelet suspension in the control tubes. Time in minutes and seconds. P=0-1 ml. of patient's plasma, H=0 I ml. of haemophilic plasma, H/ 10, H/100, P/10, P/100=0-1 ml. of 1/10 or 1/100 saline dilution of the appropriate plasma, N/10= 1/10 dilution in saline of normal fresh plasma. 0-1 or 0-2 ml. of CaCI2 added as appropriate. S=0-1 ml. 0 85%. saline.
The results in Table IV (Biggs, Douglas, Macfarlane, Dacie, Pitney, Merskey, and O'Brien, 1952) . The present patient's blood, therefore, does not lack the Christmas factor.
Summary and Condusions
The literature of acquired coagulation defects in women is briefly reviewed. A patient had large subcutaneous bruises and haematuria three months after her first confinement. She appeared to have recovered completely four months later. Her bleeding time was rather long and her coagulation mechanism defective. No other abnormality was found. The formation of thrombin was delayed and incomplete, and the prothrombin consumption grossly abnormal. The one-and two-stage prothrombin times were normal, and there was no evidence of an inhibitor. The prothrombin was therefore normal, but the ability to form thromboplastin was abnormal. She appeared to lack antihaemophilic globulin, but not the Christmas factor. The platelets must also be regarded as having been abnormal. They were not nearly as efficient as normal platelets in accelerating the clotting of her own high-spun plasma, but were almost as efficient as normal platelets in accelerating the clotting of normal high-spun plasma. Her recovery prevented the fullest investigation, and it is particularly regretted that the thromboplastin generation test (Biggs and Douglas, 1953) had not then been devised.
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